knees.
Investigations: Hb 10-6 g/100 ml; WBC 2,900/ mm3 (polys. 80%, lymphos. 18 %); ESR 90-120 mm in 1 hour (Westergren); platelets 265,000/mm3; electrolytes, blood chemistry, urinalysis and acidification normal; plasma iron 35, total iron binding capacity 220 pg/100 ml; folate 1-2 ng/ 100 ml, serum B,2 544 ,ug/100 ml; sternal marrow: prominent plasma cells, morphologically normal; normal erythropoiesis with low iron stores. Serum proteins: 7-6 g/100 ml (albumin 2-3, globulin 5.3 g/100 ml); electrophoresis: increased a, and y-globulin; IgG 3,400, IgA 390 (unusually dense band), IgM 64 mg/100 ml (normals 600-1,600, 150-450, 50-150 mg/100 ml respectively). No cryoprecipitates.
No Bence-Jones proteinuria. Chest X-ray: basal interstitial pulmonary fibrosis. Pulmonary function: Dco at rest 5 37 ml min-' mmHg-' (predicted 19-31) . Rheumatoid factors: DAT negative, FlI agglutination test 1:3,200, latex slide test strongly positive. Salivary duct antibody and antinuclear factor not present. Lymphocyte transformation: grossly depressed response to phytohoemagglutinin. Poor response to antilymphocyte serum. Immunization: with polio vaccine, no increase in titre; with tetanus toxoid, 1-2 units.
Comment
This patient represents a very important group of patients with Sjogren's syndrome, those patients with sicca components but without rheumatoid arthritis or another connective tissue disease. It is in this group that systemic manifestations, such as pulmonary fibrosis, Waldenstr6m's hyperglobulinmmic purpura, macroglobulinmmia and myopathy tend to occur, rather than in those with rheumatoid arthritis, the other large group. Leventhal et al. (1967) reported abnormalities of delayed hypersensitivity and of lymphocyte transformation in Sjbgren's syndrome, and Holt & Gumpel (1970, unpublished observations) have found these abnormalities more common and more severe amongst those with the sicca syndrome. This patient's failure to respond to polio immunization may be due to immunologic exhaustion, or, as polio is primarily an IgA response, due to the abnormal IgA. Miss T, aged 80 History: Colectomy for carcinoma eleven years previously. Known to have an elevated blood pressure but had only been treated with amylobarbitone. Osteoarthritis for many years treated with paracetamol. Well until 11.1.70 when there was sudden onset of generalized pains on front and back of chest for a few days followed by pain in the arms and numbness in the fingers which 'felt like sausages'. On admission (21.2.70): A pale well-orientated woman with no jaundice, rashes or lymphadenopathy. Cerebrovascular, respiratory and central nervous systems and abdomen appeared normal. Blood pressure 260/110. Investigations: Hb 53 %; WBC 5,300 (polys. 7800, lymphos. 16%, monos. 6%); MCHC 28%; ESR 53 mm in 1 hour (Westergren); blood urea 55 mg/ 100 ml; clean specimen urine normal; three stools negative for occult blood.
She felt ill and complained of stiffness and swelling of the fingers and of intermittent pains in the chest. She developed a small pleural effusion at the left base and later a pericardial friction rub. Blood pressure remained elevated. Further investigations: blood cultures, Coombs test and RA latex negative; LE cells seen in two out of five specimens; antinuclear factor strongly positive; serum iron 40, total iron binding capacity 435 pg/100 ml; vitamin B12 60 pg/ml, folate 6-6 ng/ml. Treatment: A week after admission she was started on methyldopa and calcium aspirin and later Jectofer. SLE was diagnosed and she started on a course of prednisone 60 mg/day, gradually reducing to 15 mg daily over the course of three weeks. This was accompanied by a subsidence in
